"ЕКСПЕРИМЕНТАЛЬНА ТА КЛІНІЧНА ФІЗІОЛОГІЯ І БІОХІМІЯ" "EXPERIMENTAL AND CLINICAL PHYSIOLOGY AND BIOCHEMISTRY" Науково-практичний журнал/Scientific-practical journal Chronic wounds constitute a significant challenge confronting patients and health care professionals. In the USA approximately 5.7 million patients are currently suffering from chronic wounds. Expenses on their treatment are estimated at $20 billion annually [1, 2] .
Lower-extremities ulcers, especially in individuals older than 65 years, are a frequent cause for attending a podiatrist, wound care specialist, primary care physician, vascular surgeon or dermatologist.
The bulk of vascular leg ulcers is chronic or recurrent. They can present significant complications among patients with the peripheral vascular disease, including work incapacity. The management of vascular leg ulcers puts a considerable burden on a patient and the health care system. Moreover, these non-healing ulcers increase the risk for lower extremity amputation [3] .
Vascular leg ulcers are often multifactorial and can be caused by both arterial and venous diseases. Hypertension and atherosclerosis of peripheral vessels lead to the arterial disease associated with ischemic ulcers. In some cases, difficulties with determining the underlying cause of wound formation complicates treatment and prevents the recurrences.
Systemic sclerosis (or scleroderma) is a rare autoimmune connective tissue disorder which is associated with a various degree of systemic manifestations [4] . The organs most frequently affected by scleroderma are skin, gastrointestinal tract, lungs, kidneys, skeletal muscle, and pericardium [5] .
One of the challenging complications of systemic sclerosis are non-digital lower extremity ulcers seen both in limited and diffuse scleroderma, with not exactly clear etiology that tends to reflect chronic vasculopathy. They aggravate some pain and ability of the advanced disease. As the incidence of nonhealing lower extremity ulcers in scleroderma has not specifically been studied, more researches are considered to be appropriate in this field of study.
The delayed wound healing is typical for systemic sclerosis and, likewise in other chronic leg ulcers, characterized by multifactorial etiology. A role of vascular disease has been proposed, but in spite of restoring the good blood flow and venous drainage, many scleroderma ulcers still remain refractory [6, 7] .
The 73-year-old female patient V. was sent to the surgical department № 1 of Lviv regional clinical hospital in 2013 due to ulcers on both legs, which she developed 3 years before the clinical attendance.
Her medical history was remarkable for myocardial infarction which she suffered in 2009. She suffered from atrial fibrillation (treated by Varfarin 5 mg) and hypertension (treated by Valsartan 80 mg plus Hydrochlorothiazide 12.5 mg). 30 years ago the above mentioned patient underwent the surgical elimination of superficial varicose veins.
During the examination, 4 ulcers were found on the left lower leg, the wound measurements varied from 5 to 8 cm 2 . On the right lower leg there were another 3 ulcers (measurements varied from 4 to 22 cm 2 ), one of which provoked terrible pain and forced the patient to seek some medical attention. The ulcer on the mid-upper right lower leg was located above the front edge of the tibia. During the examination, one part of bone tissue-like consistency fragments of wounds was removed, another fragments could not be removed because of their motionless. The X-ray of both lower limbs was performed because some bone destruction was suspected. The X-ray showed similar fragments on the other wounds. The fragments interpreted as sclerotic modification in adipose tissue and lymphatic vessels. As a result of some additional medical examination, systemic sclerosis, Raynaud's syndrome (with typical clinical manifestation but without fingers and toes destruction) and Parkinson's disease were diagnosed. The patient refused from glucocorticoids therapy.
In addition, the patient suffered from intermittent claudication after 300-400 m of walking.
By using Duplex sonography, we observed 60% stenosis of the right posterior tibial artery, left anterior tibial artery occlusion, 70% stenosis of the left posterior tibial artery and the same degree stenosis of the left anterior tibial artery. Pathologic reflux was superficial and deep veins were not detected.
The patient was treated with painkillers, antibiotics, iloprost trometamol, cilostazol (the medication was discontinued because of severe headache), verapamil. Debridement of necrotic tissue enclosing the ulcer area was carried out. To promote wound healing vacuum-assisted closure therapy was used.
Removing of sclerotic-modified fragments from wounds resulted in spreading the tissue necrosis. After the termination of tissue destruction and beginning of proliferation phase, auto-dermoplasty of the largest wound of the right lower limb was performed. The healing of the other wounds was achieved through marginal epithelialization. The patient was sent to hospital second times during 4 months with recurrence of leg ulcers and appearance of 12 new ulcers of both lower limbs. Within the wound area, where sclerotic lesions protruded off the face surface, ischemic regions and, eventually, necrosis formation and subsequently ulcer development were observed. The patient received the same treatment and left hospital with better health condition. However, later, there were 5 more attendance with recurrent leg ulcers.
In 2016, chronic ulcer on her lower left posterior tibial region complicated by phlegmon which was dissected with removing the necrotic tissues. After purification of the wounds, auto-dermoplasty with subsequent vacuum-assisted dressing was performed. The patient left hospital with a healed wound. Five months later (in September 2016) the patient was sent to hospital again with multiple ulcers of both lower limbs. A total of 13 wounds on the left lower limb were the dominant problem and increasingly worsened her quality of life. During the examination, it was noticed that the only region free from ulcers was located within the area of previously phlegmon dissection. Taking into account the large quantity of leg ulcers and continual wound growth and the absence of positive effect of the conservative treatment, the extensive removal of necrotic lesions within the ulcers and sclerotic-modified tissue with further auto-dermoplasty (performed in one week after the first step of treatment) were warranted. The wound healing was achieved. In six months the recurrence of leg ulcers was not observed. However, at that time 12 ulcers on the right lower limb still existed. The patient was suggested the same treatment (but this time auto-dermoplasty was performed simultaneous after sclerotic tissue removal). The total wound epithelialization was noted in three weeks. In the following two years the recurrence of leg ulcers was not observed.
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